Many different groups of medical specialists provide care to women with polycystic ovary syndrome (PCOS). These include general practitioners, endocrinologists, gynecologists and fertility specialists. The condition is believed to be widespread, with 5-10% of women of childbearing age affected [1] [2] [3] . However, PCOS is a heterogenous syndrome encompassing a wide clinical spectrum from mild ovulatory dysfunction to severe metabolic disturbance and infertility [4] . A syndrome is merely a collection of clinical signs and symptoms rather than a specific diagnosis, so it is not surprising that PCOS has many different facets that are recognized and approached differently by specialists of different disciplines depending on the intended outcomes of treatment [1] . A fertility specialist sees PCOS as a different phenomenon to that seen by a specialist in metabolic medicine or endocrinology. While the unmasking of previously undiagnosed PCOS following investigation of anovular infertility can have lifelong consequences for the patient concerned [5] , the immediate results of this diagnosis pertain only to the management of treatment for induction of ovulation and/or superovulation for IVF. Improvements in quality and availability of easy to run assays for anti-Müllerian hormone (AMH) have led to increased interest in the use of AMH measurement for diagnosis of PCOS [6] . Currently, a diagnosis of PCOS is made using the Rotterdam criteria, which requires two out of three features of clinical or biochemical hyperandrogenism, oligo/anovulation and/or polycystic ovaries on ultrasound [1] . Patients fall into various phenotypes ranging from a woman with only asymptomatic oligomenorrhea and slightly elevated testosterone to a woman with hirsutism, acne, amenorrhea and polycystic ovarian morphology [1] . When patients with anovulation present to fertility specialists for treatment, a full suite of hormonal, imaging and sometimes surgical investigations are carried out, often at great financial and time cost to the woman [1] . Although AMH measurement is not yet a standard diagnostic test for PCOS, levels of AMH alone are strongly related to PCOS as a cause of anovulation and can also give insight into a woman's potential to respond to fertility treatment [7] .
AMH is produced by granulosa cells primarily of preantral and antral ovarian follicles and may negatively feedback to regulate the growth of follicles by decreasing their sensitivity to FSH [4, 7] . Thus, elevated AMH may inhibit the development and maturation of follicles, which contributes to both polycystic ovarian morphology and anovulation associated with PCOS [4, 7] . In normally cycling women, production of AMH by smaller antral follicles falls as the dominant follicle emerges [7] . However in PCOS the larger number of small antral follicles results in production of excessive AMH, which disrupts follicle selection and hence inhibits ovulation [7] . The higher the AMH, the more severe the clinical symptoms and the more antral follicles per ovary [4] . The elevated AMH may therefore be both a diagnostic marker of ongoing anovulatory cycles in PCOS as well as having a pathogenic role itself in continuing impaired folliculogenesis [7] . Studies concerning the usefulness of AMH in PCOS diagnosis are numerous and inconsistent. One recent study [8] reported that AMH measurement was only useful as a diagnostic adjunct in anovulatory women, with follicle number per ovary being a more sensitive measure and one that is useful across all PCOS phenotypes. Others have reported a greater utility for AMH over ultrasound criteria in diagnosis of PCOS [9] . There has also been concern over accuracy and reproducibility of existing AMH assays, making the development of a standardized normal range quite challenging. However, increased AMH is directly and independently related to increased ovarian volume [4] , increased antral follicle count [3] , amenorrhea [7] and hyperandrogenism [4] . Thus increased AMH is linked to all three Rotterdam criteria and AMH increases with severity of symptoms in PCOS [7] .
AMH is widely used as a marker of ovarian reserve, and generally decreases after age 25 years [3, 7] . Serum AMH concentrations correlate with quantitative and qualitative measures of fertility treatment success including response to ovarian stimulation, pregnancy rates and life birth rates regardless of the woman's age [7] and AMH is also strongly linked to the risk of developing ovarian hyperstimulation syndrome (OHSS) during fertility treatment, particularly so when the level becomes very elevated [7] . So in women who have anovulatory infertility with PCOS, AMH measurement can allow for planning of safe treatment. Furthermore, even in women without diagnosed PCOS, elevated AMH concentration is still predictive of increased risk of OHSS [4] . Such cases of 'occult' or hidden PCOS are at particularly high risk of overstimulation since the conventional 'Rotterdam' criteria are not met, deluding the clinician into a false sense of security and frequently leading to use of a 'long protocol' with gonadotropin-releasing hormone (GnRH) agonists, high doses of gonadotropins and subsequent moderate or severe OHSS. Women with a very elevated AMH have triple the risk of developing OHSS than those with a normal or borderline high level regardless of otherwise diagnosable PCOS, so potential for identifying these women and reducing their risk of fertility treatment complications is significant [7] .
Ovarian hyperstimulation remains the greatest threat to the health of women undergoing IVF treatment [10] . Developing this potentially fatal condition can cause vascular hyperpermeability and severe third-spacing of fluid, particularly as ascites, and significant ovarian enlargement leading to risk of torsion [11] . Other sequelae of OHSS can include pleural effusions, thromboembolic events, hypovolemia and acute kidney injury, all of which have the potential to be catastrophic in otherwise well women undergoing fertility treatment [10] . Risks of OHSS have fallen in recent years, due in part to use of lower doses of gonadotropins for ovarian stimulation but, more recently by introduction of GnRH antagonist protocols for avoidance of premature luteinizing hormone (LH) surges. The use of a GnRH antagonist allows for an agonist 'trigger' to be used to stimulate final oocyte maturation before oocyte collection. Subsequent cryopreservation of embryos without a fresh embryo transfer has been shown in many studies to reduce risk of OHSS to almost zero [11] . Efficient cryopreservation using blastocyst vitrification maintains high pregnancy rates while removing the threat of OHSS [12, 13] .
It may be that in a few years time, all IVF treatments will employ an agonist trigger with cryopreservation of embryos. However, this is not the case in 2016. Many women prefer a fresh embryo transfer as this avoids delay and prolongation of treatment and not all laboratories are able to run successful vitrification programs. Current practice is to use pretreatment predictors of ovarian response to gonadotropin stimulation to determine the dose to be used and to decide whether strategies including a GnRH agonist trigger and 'freeze-all' embryos should be recommended to the woman.
While both AMH and ultrasound-based tests, mainly antral follicle count, have been proposed as useful markers of possible high ovarian response to gonadotropins and risk of OHSS, AMH measurement has emerged as the more reliable and reproducible test, particularly now that automated assays are available [14] . Regardless of the underlying cause of infertility, IVF specialists' aim is to help patients achieve a healthy pregnancy with minimal complications and side effects. A diagnosis of PCOS may have lifelong ramifications for women, but in those undergoing IVF, more importantly it is a significant contributor to OHSS risk. Hence, when diagnosing PCOS in the context of managing safe superovulation, AMH is all you need [15] . 
